There is a species difference in the effects of growth hormone on the carbohydrate metabolism of animals. In normal dogs (Young, 1953; Campbell et al., 1954; Chaikoff et al., 1956; Randle, 1957) and cats (Randle, 1957) growth hormone has a [ill] diabetogenic [ill] action. This is probably also the case in man, since acromegalic patients become diabetic. After the successful experiments of Knobil & Greep (1955 , 1956 with rhesus monkeys it is obvious that ineffectiveness of bovine growth hormone preparations results from a human species specificity.
In normal guinea-pigs (Pages, 1956 ) and rats, however (Young, 1953; Abrams et al., 1953; Emerson, 1955; Randle, 1957) , growth hormone does not induce diabetes; on the contrary, growth hormone lowers the blood sugar levels (Milman & Russell, 1949) , prevents a normal rise in blood sugar after a glucose load in hypophysectomized rats (Gaarenstroom, Hubl\l=e'\& de Jongh, 1949 a) as well as in normal rats (Maassen, 1952) and lowers the blood sugar levels even in alloxan-diabetic rats (de Groot & Weber, 1956 (Houssay el al, 1954 ).
In the above-mentioned experiments, Rändle demonstrated that in dogs the secretion of insulin into the plasma increases after growth hormone, but not in rats. The insulin content of the pancreas is inversely affected: the in¬ crease in rats is in striking contrast to the fall in insulin content in dogs (Young, 1953 
RESULTS
No difference between the growth hormone treated and the control values were found in the blood sugar levels of adrenal-demedullated rats (Table 1) . If this negative result is compared with those of Table 2 it is apparent that Assuming that the adrenal-medullary hormones take part in growth hor¬ mone hypoglycemia (in some way) it would be tempting to suppose that changes in the production of sympathomimetic substances at nerve-endings may also affect the action of growth hormone. The decrease in adrenalectomized rats could then be accounted for: if sympathetic nerves are involved, there should be some activity left in these animals. The adrenal medulla is far more active than all the sympathetic nerve-endings together, as is seen by com¬ paring normal with adrenalectomized rats; but these animals, unlike adrenaldemedullated rats, lack any contra-regulative capacity of the adrenal cortex Unfortunately, experiments on adrenal-decorticated rats with intact medullae are impracticable.
SUMMARY
Growth hormone produces hypoglycemia in normal rats, decreases the blood sugar in adrenalectomized rats, but has no effect in adrenal-demedullated rats.
No acceptable explanation for the role of the adrenal medulla in this process can be given.
